In 
Introduction
The ovary is itself a hormone secreting organ, and it has been shown that some ovarian tumors also secrete hormones. from the initial change of transplanted ovarian grafts. The influence of gonadotropin on the production and development of tumors was then studied. The results of this work are reported here.
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Materials and Methods
The animals used in the experiments were mature Wistar female rats (120-150 grams).
They were allowed to adapt to the environmental conditions in the laboratory for about 2 weeks before the experiment began. The rats were divided into the following groups :
(A) Intrasplenic ovarian transplanta tion group.
A total of 222 rats were in this group. Bilateral ovaries were removed after anesthetizing, and more than 2/3's of each rat's ovary was transplanted into its own spleen.
(B) Gonadotropin group.
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Sixty rats from group A received 50 IU of HCG three times a week, 64 different rats from group A received 50 IU of PMS three times a week. A third group of 48 rats from group A received both 50 IU of HCG and 50 IU of PMS three times a week.
(C) Castration group. Thirty-four rats were subject only bilateral oophorectomy.
( mors with dominant granulosa cell elements and theca-granulosa cell tumors with dominant theca cell elements were observed.
3. Process of production.
Changes in intrasplenic ovary tissue were observed from 24 hours to 52 weeks after transplant.
The changes observed are briefly as follows; 24 hours after transplant, inflammation around the ovary was observed and some ovarian follicles showed slight degeneration.
After 48 hours, many ovarian follicles showed degeneration (Fig.  1) , and theca cells were so numerous as to be difficult to distinguish from stroma cells (Fig. 2) . Such changes were observed during the nexst 72 hours or more. About 5 days after the transplant, these cells changed to lutein-like cells, which surrounded degenerated ovarian follicles in groups (Fig. 3 ). After about 10 days, the ovarian tissue was almost completely occupied by lutein-like cells, but some ovarian follicles remained.
The remaining granulosa cells of the ovarian follicles began to proliferate and some of them gradually changed to luteinizing like cells (Fig.  4) . These cell groups were separated from the surrounding lutein-like cells by connective tissue cells. The transplanted ovaries were almost completely occupied by luteinlike cells until about the 5 th week (Fig.  5) . Then lutein-like cell groups gathered into a mass with tnmor-like chracteristics. In the mass of lutein-like cells, a component with primary ovarian follicle structure appeared and granulosa cells began to proliferate (Fig. 6 ). These changes began about the 25 th week. These changes are not classified as tumors for purposes of this paper because it is not clear that these (1) Change of gonadotropin after castration.
Two rats were sacrificed every week to collect blood by decapitation from 3 days after castration to the 52 week. The blood gonadotropin level after castration was measured to follow the change. Four rats of the control group were used as the control (Fig. 9) .
(a) Follicle-stimulating hormone (FSH). The level of FSH increased after castration and reached a plateau after 2 or 3 weeks at approximately 4 times that of the control. After that time, the level remained high throughout the experiment. (b) Luteinizing hormone (LH). The level of LH increased after castration, similarly to FSH, with the highest level approximately 10 times that of the, control. The changes after reaching the peak were not similar, but the level remained higher than the control.
(2) Change of gonadotropin level in the tumor-producing group.
The blood gonadotropin was determined in 11 rats of the intrasplenic ovarian transplantation group, 5 of the HCG group, 9 of the PMS group, and 5 of the HCG-PMS group selected at random from the animals which were observed for an extended period (Fig. 10) . FSH in the tumor-producing group was lower than that in the castrated group, except in one case. There was no signif icant difference between the group for LH, however.
Discussion
There is no agreement about the process of intrasplenic ovarian transplant tumor production or the name of the produced tumor. Biskind (1949) reported that granulosa cell tumor in rats are produced from ovarian follicles which are generated from residual germinal epithelium or specific stroma. He explained that ovarian follicles change to luteinizing-like cells and then to luteoma with tumor-like characteristics after 5 months.
Finally, granulosa cell elements appear in the luteal mass and proliferate to produce a granulosa cell tumor. Gardner (1955) stated that granulosa cell tumors in mice are produced from germinal epithelium. Guthrie (1957) reported that nongerminal cells contribute to the production of tissues in rats, rather than degenerated components or embryonic residue and that the epithelium of ovarian follicle and stroma cells are important. Yoshimura (1965) described the production of granulosa cell tumors in rats beginning with the initial stage of ovarian transplant, after which the ovarian tissue degenerates and the surrounding connective tissue begins to proliferate.
He explained that this is followed by generation of primary and various growing follicles from the layer of the tissue. The granulosa cells of the generated ovarian follicle proliferate abnormally to produce a granulosa cell tumor. He further stated that a luteoma consists of luteinized granulosa cells. Yamada (1976) supports the lutein cell theory of tissue generation.
He reported that ovarian follicles are almost completely filled with ovarian follicle elements about 1 month after transplant.
His work showed that at about 3 months the ovarian follicle is primarily filled with granular cell lutein, but after about 7 months theca interna cells have proliferated causing atypical proliferation of both cells and tumor production. There are many reports on this topic in the Japanese literature.
Although these reports use the same techniques, the histogenesis and the histological pictures of the reports do not agree.
In the present work, Graafian follicles and corpora lutea of the transplanted ovaries degenerated but ovarian follicles changed to corpora lutea during the developing process. It seems that luteinizing cells which occupy the transplanted ovary are produced by luteinization of granulosa cells and theca cells. After this change, a granulosa cell tumor or theca cell tumor is produced as described above. These elements seem to appear from the lutein mass, but it is difficult to explain the mechanism of generation of a neoplastic tumor from mature luteinizing like cells. About 25 weeks after transplant, the connective tissue cell layer surrounding the corpora lutea begins to spilt gradually and separated corpra lutea gather together to produce a mass. In this stage numerous blood vessels appear in the stroma and individual cells are of various sizes and show atypical proliferation. Thus, the stage when the connective tissue cell layer begins to split seems to be closely related to a neoplastic tumor production.
A number of authors have suggested that hormones play an important role in tumor production.
The influence of gonadotropin has also been examined because of the fact that a tumor is not produced when blood vessles are in an intrasplenic transplanted ovary and peritoneum (Biskind et al., 1944; Li et al., 1947; Iglesia et al., 1953) . To gather evidence, some researchers observed hormone changes (Jungek et al., 1947; Miller et al., 1950; Achilles et al., 1951) , gave androgen or estrogen (TA et al., 1945; Takewaki et al., 1953 Takewaki et al., , 1954 Maekawa, 1954) , or exogenous drugs such as PMS or HCG.
The authors measured FSH and LH by radioimmunoassay in castrated rats, some of which had recieved exogenous gonadotropins such as PMS and HCG (Li et al., 1945; Biskind et al., 1953; Yoshimura et al., 1965) . FSH increased after castration, reached a peak after 2 to 4 weeks, and remained at high level. L H increased after castration, reached a peak after about 5 weeks, and stayed at a level higher than that of the control. Fluctuations after the peak were not the same, however. In the tumor-producing groups FS H decreased, but L H did not change significantly.
Accordingly, the authors assume that gonadotropin cotributes to tumor production, and that FSH plays an important role.
